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for the public weal will be extended the sympathy and help
of our King, who has already proved himself, in matters

relating to medicine, to be one of the most enlightened
monarchs of this or any other age and who has been a real
friend to the profession of medicine. We must not expect
a rapid advance, nor muht we attempt to make more than
one short step at a time and then only on firm ground.
We must be content, in the words of Goethe, ’’ two stand
on the outermost limit of the conceivable, but never to

overstep this line, for beyond it begins at once the land
of chimasras. the phantoms and mists of which are fraught
with danger to the mind." 

"
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ON THE CLINICAL HISTORY OF CARDIAC PAIN (cont&iacute;nufld).
GENTLEMEN,-The justification for the use of the term

endocardial angina is the fact that whatever collateral

consequences there may be of valvular disease of the heart,
such as atheroma of the aorta or of the coronary arteries,
it is indubitable that cases are met with in which the

frequency and severity of attacks of angina are proportionate
to the degree of non-compensation manifested by the organ.
Thus there may be a storm’ of angina in aortic valvular

disease of the heart during such a period of non-compensation
which practically subsides when the heart has again acquired
the power to establish a balance in the circulation. In
these as in many other cases the physical basis of the
disorder may be complex, but the element of non-compensa-
tion being the key to the situation, it is a legitimate infer-
ence that intra-cardiac pressure may be one of the factors
in precipitating the attack of angina. Whatever consequence
of the non-compensation may be selected as most suitable
for rearing upon it a theory of the anginous attacks the
central fact remains-non-compensation.
That a disturbance of the coronary circulation is not

absolutely essential to the production of the cardiac pain
and its brachial radiation I think I shall be able to prove to

your satisfaction by relating some particulars of a very rare
case which came under my care many years ago and an
account of which I published at the time. Sir (then Dr.)
T. Lauder Brunton in the Practitioner for 1891 developed
the theory of cardiac distension as a cause of angina pectoris
and that this may be a factor in the production of some
degree of cardiac pain in cases such as we are at present
considering appears very probable. Professor Osler,2 how-
ever, pertinently inquires, "Why, if extreme dilatation is a
cause, does it not occur more often ? There must surely be
some additional factor or attacks would be of everyday
occurrence." The majority of caes of cardiac pain pro-
ducing the syndrome of angina pectoris in valvular disease
of the heart are caes of aortic valvular disease, and of the
latter the majority are mainly regurgitant in character.

Angina with endocarditic mi’ral disease is rare. In aortic
valvular disea’-e, and especially in its regurgitant variety, we 1

usually have a powerful ventricle throwing blood suddenly 1
into the aorta and as suddenly, of course, into the coronary
vessels. The t-fft"ct of the force of this impulse upon the interior (
of the coronaries may be broken if there be atheromatous

1 Lectures I. and II. were published in THE LANCET of Nov. 1st 
(p. 1173) and 8th (p. 1246), 1902 respectively.

2 Op. cit., p. 122.

telp narrowing of their orifices, but if the blood find quick and
bers distensive entrance into these vessels it is not difficult to
ned conceive in view of the facts I have already related in
-eal connexion with the innervation of the coronaries that the
,ect incentive to pain may be here in such cases. But I have met
ian with anginal attacks, as I have stated, in a case of well-
nd. marked disease of the valves at the orifice of the pulmonary
md artery. 3 The cusps in this case were much distorted and
to covered with cauliflower excrescences and from their size

Lnd and impact against the wall of the artery bad provoked
;ht inflammation there. There were also scattered vegetations

on the tricuspid valve and in the conus arteriosus. The case
was one of long standing and occurred in a young man,
21 years of age. His cardiac pain radiated not to the left
but to the right and was characteristic of distension and was
not observed by me to be associated with the extreme agony
and vaso-motor phenomena which we shall have to consider
presently, although the patient stated that the pain was at

)F 
times severe. There was, of course, in this case no coronaryz’ arterial factor to complicate the etiology of the pain. We may
conclude, therefore, that a purely local cause such as disten-
sion of a chamber may have a certain but not a very powerful

nc influence in calling into play the more immediate factors in
the production of cardiac pain-namely, painful -timula-
tion of the cardiac nerves, be it through stretching or

through muscular cramp. The severer cases of endocardial
angina are, as I have said, associated with aortic valvular
disease. What are the central and consecutive phenomena

L in such cases ’f The following case, some particulars of
which I shall relate, was published by me in the Edinburgh
Hospital Reports 4 in my article on Blood Pressure in Angina
Pectoris. It was that of a man, 32 years of age, who had
never to his knowledge had rheumatic fever but who ex-
hibited the full clinical picture of aortic regurgitation and in

) 
whom probably rheumatism, as so often happens in early

. 

life, had been overlooked. He came under my care in May,
n 1894, at the Great Northern Central Hospital. In December,
d 1893, he began to suffer from attacks of pain in the chest,
" 

severe in degree, and in the first instance passing up to his
left shoulder and down his left arm. As the attacks

’ became more severe pain radiated even down his right
e 

arm and affected his legs and body generally. He also
3 noticed that when p&Uacute;n passed off a tenderness re-

. mained in the prsecordia to the left of the sternum.

r Brandy at one time relieved these attacks but later it

I 
became u-eless. The pain was relieved by standing
up and became worse when lying down. ’ This fact,I in view of the nature of his valvular lesion, is in-

l teresting. On the advice of a medical man he lay in bed
’ on one occasion for three weeks continuously and rose from

the recumbent position for no purpose. He steadily grew
worse and his pain became more severe. He took nitrite of
amyl as an inhalation with benefit. He had the usual

physical signs of aortic regurgitant disease. The bruit was
loud, diastolic, and of a highly musical quality. On
Nov. 7th, about seven months after I had first seen him, he
had an attack of angina while I was examining his heart.
The organ quickened in action and the pulmonary second
sound became markedly accentuated, while the aortic
diastolic bruit became less audible. He then inhaled a

capsule of nitrite of amyl. After a short time the accen-
tuated pulmonary second sound became less audible and the
heart’s action became slower and slightly irregular, the
muf-ical diastolic bruit being occasional!y loud and pro-
longed, and again soft and short, and then pain passed off.
The patient persistently refused to become an in-patient of
the hospital, as he dreaded recumbency, and, wishing to use
the sphygmograph and to examine the patient with more
leisure, I asked him to call at my house. The following
particulars I transcribe from the article to which 1 have
referred: "When I had taken a tracing an attack of
severe angina supervened. The f atient at once rose and
grasped his left wrist tightly with his right hand. I

persuaded him to sit down and took a tracing as well as
possible under the circumstances. He cjushed and inhaled
a capsule of nitrite of amyl while 1 was doing so. I was
thus fortunate enough to get a tracing of his pulse when
the drug had begun to act and another when the pain had
just passed off. These tracings, taken in connexion with the
observations on the patient’s heart during the attack which

3 Transactions of the Pathological Society of London, vol. xxvii.
also Dextral Valvular Disease of the Heart, Graduation Thesis, 1878
p. 5.

4 Vol. iv., p. 252.
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I have already mentioned, appear to me of theoretical and
practical interest. The patient did not again present him-
self at the hospital until Jan. 16th, 1895, when he seemed in
all respects better. He had gained flesh, been more free
from pain, and slept better in the interval between attacks.
He consulted me as he had not recently been quite so free
from pain. On examination I found the apex beat in the
fifth space slightly inside the nipple-line, the transverse
measurement of the heart four and a half to five inches, and
the bruit in the same situation as formerly, but though still
distinctly musical, rather less so. A sphygmogram of the
right radial artery was taken while the patient was seated
and may be regarded as normal for him (Fig. 9). These

FIG. 9.

1. Aortic reflux ; uncompensated ; right radial; patient seated.
2. The same ; left radial; seated ; attack of pain. 3. The
same; pain subsiding under trinitrin. 4. The same ; pain
quite subsided under trinitrin. 5. The same; compensation
temporarily established.

sphygmograms, some of which are not all that could be
desired, are sufficiently instructive on examination. No. 1

represents a characteristic tracing of apparently pure (and
uncompensated) aortic regurgitation under low pressure.
The pressure was, however, sufficient to produce an accurate
reading. It was very little less than one and a quarter
ounces, which was that registered by the instrument
(Dudgeon’s) when the three following sphygmograms were
taken. The latter-namely, Nos. 2, 3, and 4-were taken
with the hand in one position and at one application of the
instrument. It will be observed that the predicrotic
wave, which is well marked near the summit of the normal
tracing (that is, of the tracing before angina), has fallen con- 
siderably during the attack (No. 2) and tends gradually to I
rise after the inhalation of the nitrite (No. 3) ; while it has
all but attained its original level when the patient declared
himself free from pain (No. 4). During the paroxysm
(No. 2) it will also be noted that the wrist pulse has
shrunk away from the instrument during cardiac diastole,
but not sufficiently to obliterate its diagnostic undulations ;
while in No. 3, when the nitrite had begun to act, it raised
the lever in a manner more resembling the normal tracing
(No. 1) than that of complete post-nitrite relief (No. 4)
when the dilated and refilled vessel pressed with greater
force on the lever, as is evidenced by the moderately high
upstroke, the return of the predicrotic wave to its normal
level, and the full and quiet swing of the whole sphygmo-
gram. A notable characteristic of the tracing of the attack I

at its height (No. 2) and of that showing commencing relief
from the inhalation of the nitrite is the flat-drag of the
dicrotic or pre-percussional portion of the sphygmogram.
This was not due to accidental impediment, or other dis-
turbance in the action of the instrument, but, in my opinion,
to the fact that during that time the collapsed vessel was not
in effective contact with the sphygmograph, which recorded
an almost straight drag in consequence. This is less

apparent in No. 3 than in No. 2, but is nevertheless well
marked in it. In No. 4, on the other hand, the vessel has
filled so as to be in good and constant contact with the
lever and registers the tracing of normal repletion and

pressure." 
"

If this interpretation of these tracings be correct and the
practical abolition of the bruit together with the increased
accentuation of the pulmonary second sound be borne in
mind, we have to deal in such a case with an inhibited heart
and a collapsed, not actively contracted or bespasmed, peri-
pheral arterial system. These consequences, however, do not
explain the cause of the pain. While in such cases the dis-
tended or dilated ventricle may, on Sir Lauder Brunton’s
hypothesis, play an initial part in the etiology-the part of
the uncompensated ventricle-this factor does not, it appears
to me, explain the widespread pain, involving in this case

both right and left brachio-thoracic nerve paths and extend-
ing even to the body generally. While in sympathy in
all such matters with the exclamation of Francis Bacon-

hypotheses non fingo-there is a dim twilight in the
human knowledge of any natural phenomenon in which
the mind of man will struggle to explain the obscure
as best it can. As it appears to me, in view of all
the facts we have gleaned, the most probable cause of, and
most powerful factor in producing, this widespread dis-
tress in such an aortic lesion as that just described, is the
distensive throb of the blood cast by a dilated yet powerful
ventricle into the aorta and coronary system. To this sup-
position the same objection may be urged as that which
occurred to Professor Osler in criticising Sir Lauder
Brunton’s theory-namely, that if the above supposition be
correct, why do not these consequences follow more fre-
quently ? ?
Now, in connexion with the lesion mentioned such attacks

may occur with considerable frequency, and in the particular
case I have quoted they occurred with great frequency,
especially when lying down. Thus I have the following note
concerning the experience of the patient on June 25th, 1894 :
" Went to bed at 10 P.M., slept at once for three-quarters of
an hour, when he was awakened by pain in the pr&aelig;cordia,
passing down to the left wrist on the ulnar bide. Duration
of attack five to 10 minutes, when he slept again. Was
wakened every hour by the same pain." 

" The’e remarks lead
us bv a natural transition to the consideration of so-called
vaso-motor angina and to inquiry whether the peripheral
constriction of vessels observed in some such cases is a cause
of the cardiac pain, or whether the conditions at the

periphery are a consequience of the agony at the heart.
T’aso motor angina.-That the arterial periphery under the

influence of the nervous system varies in calibre, and
therefore in permeability, is a fact too well recognised in
physiology to be called in question. That this condition,
until relieved by vaso-dilatation, raises the general blood pres-
sure in the body is equally indisputable. That a diminution
in size and an increase in tone of the larger peripheral vessels,
notably of the radials, have been observed antecedently to,
and during attacks of, angina pectoris by physicians of

recognised ability and experience establishes beyond cavil
the fact that such changes are, if not invariably certainly in
many cases, associated with the painful affection we have
been’studving. That agents under the influence of which
such peripheral arterial tone is re(iiieed likewise relieve the
central pain has been the gratifying experience of many since
Sir Lauder Brunton, guided by the physi logical experiments
of Dr. Arthur Gamgee, then of Edinburgh and now of

Montreux, first used nit ’ite of amyl in 1866 for the cardiac

pain of a patient in the Edinburgh R yal Infirmary who was
suffering from aortic valvular angina. That the pulse,
however, is not always spaamodica,lly narrowed in angina
is a clinical fact as indisputable, in my opinion, as that it is at
times so narrowed. That the blood pressure at the periphery,
even in that form of endocardial angina so often associated
with aortic valvular disease, is on occasion one of peripheral
depletion from cardiac inhibition rather than of repletion
from peripheral spasm I have endeavoured to maintain in
the preceding section. But it may freely be admitted that
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vaso-motor angina with or, as in Notlinagel’s,5 cases, without 
central lesions may be accepted as a clinical fact. This
done, however, are we in all such cases dealing with a pain
provoked in the first instance by peripheral arterial resist-
ance, or is the peripheral spasm, if such occur, a consequence
in some cases, if not in all, of the centrally experienced
pain ?

It is well in such a discussion to have a clear conception
of the meaning of the terms used. Nothnagel was not the
first to coin the term " angina vaso-motoria." Landois 6 pre-
ceded him, but did not attach the same meaning to the
term as Nothnagel did. It is certain that many now
describe cases as vaso-motor which have little in common
with those which Nothnagel had in view when he wrote his
paper. His ca’’es appear to have been a sort of generalised
migraine without the headache, in which the prognosis was
always favourable, the patients usually quite recovering. In
association with very pronounced cardiac pain they are not
common, so far as my experience goes, and I am glad to find
that I am not singular in this respect, as Dr J. Mackenzie
of Burnley7 in his recent work expresses the same opinion.
The germ of Nothnagel’s interpretation of his anginous
cases may be observed in the paper which he published a
year earlier in the same journal on the Doctrine of Vaso-
motor Neuroses.
That such agencies as cold, emotional excitement, reflex

disturbances from various organs, and certain poisons such
as tobacco may prove to be at times, may commence the
vicious cycle by inducing the peripheral spasm which finds
expression in angina we may rationally admit. But that
such peripheral conditions, even in these circumstances,
require the presence at the centre of some state or states in
the majority of cases, which aid the peripheral resistance
to find expression in pain, is, I imagine, in view of all the
facts we have investigated, quite indisputable. Given a
weak spot at the centre, capable of registering a rise of
pressure in the vascular system, that rise may be registered
as pain, however the increase of pressure be brought about,

. whether by central propulsion or peripheral resistance. But
that a patient with dissecting aneurysm of the coronary
artery, with neuritic processes active in the aorta and coro-
nary system, and with a delicate and minute innervation of
every fibre in the cardiac muscle should invariably wait
upon the remote periphery for the signal of distress is
simply unthinkable and may even be regarded as an i

opinion no longer tenable. In speaking thus strongly for the 1

central origin of angina in many cases, apart from considera- 1

tions of peripheral blood pressure, I am glad to have the
support also of so well known an authority as Professor ’
Clifford Allbutt. If a stimulus arising in the gastro-
intestinal tract can alter the conditions of peripheral blood 
pressure ; if the emotional distress caused by such a stimulus 
may aggravate, alter, or vary such peripheral manifestations 
of disturbance, may not a pain, among the most agonising i
of those which the body can experience, and associated with 1

more emotional disturbance than most of them, play the 
major r6le in altering the state of the peripheral circulation ?
Surely the question has only to be asked to be answered in i
the affirmative. "May not this rise," asks Professor Clifford I
Allbutt,9 " be rather a consequence than a cause of angina?" 1
I think we may now unhesitatingly answer yes, in the (

majority of cases. I
Compound angina pectoris -We have now examined, with (

such fulness as the time at our disposal will permit, the 1
various elements capable of playing a part in the complex ’
clinical picture of painful angina pectoris. But this very 
complexity argues the participation of more factors than one J
in many cases. As was maintained in the introduction <

to these lectures the functional unit is not single but 
at least triple and in the case of the heart and vascular
system consists of muscle cell, blood, and nerves. 1
These factors, playing as they do a triune part in ’
the physiology of the organ, frequently play likewise a ]

triune part in the pathology of the organ and evolve by 
their cooperation the clinical entity compound angina (

pectoris, into which category most cases of the disorder 1
must of necessity fall. "I urge, then," writes Professor 
Clifford Allbutt, ,that, although often an epi-phenomenon 
of aortic valvular disease, there is in angina pectoris a I

I

5 Deutsches Archiv fur Klinische Medicin. 1867.
6 Correspondenzblatt fur Psychiatrie, 1866.

7 The Study of the Pulse, Edinburgh, 1902, p. 78.
8 Deutsches Archiv, Band ii., p. 173.

9 Lane Lectures, p. 109.

! tertitium, qucad which marks it as something apart from
the crowd of heart diseases and from mere spasmodic
neurosis. Structural disease of the heart itself, in a con-

spicuous sense, may not be an essential part of angina ; it

may be a(-,otitingent, but an indispensable condition." He
then refers lu to I I a grave and mortal case " reported by my-
self to support this contention, and is good enough to regard
it as 11 described minutely." Such minuteness of description,
however, as the case received when I first published it was
insufficient, for after the lapse of seven years I decalcified
the right coronary artery from this case and found in it both
the internal aneurysm and the inflamed and degenerated
nervous structures which I have already described, condi-
tions which, under the influence of varying pressure in the
circulation, appear to me to supply, at least in this case, the
tertium, quid we are in search of. The major r&ocirc;le in com-

pound angina may be taken by one or other of the factors
named in different cases. The cardiac muscle may hold
in unrelaxing grip the sensitive nerve endings which wander-
among its fibres ; the character of the blood and its

quantity and impulse may influence the vitality of muscle
and nerves alike, and irritation or inflammation of the
nervous mechanism may, directly or indirectly, disturb the
other partners in the functional action of the organ. The-
determination of the point as to which of these factors plays
the leading part in any given case belongs to the diagnosis
of one kind of angina pectoris from another-a task always
of the highest interest to attempt to determine and likewise
at times most difficult. Before essaying this task, however
imperfectly, it is necessary to consider shortly that condition
which is usually regarded as closely allied to Heberden’s.
disease and to which Sir William Gairdner has given the
name of " angina sine dolore "-anguish without pain.
Angina sine dolore.-In dealing with painless angina Sir

William Gairdner 1 throws a wide net and incloses a large
series of cases, syncopal in nature and associated with a
distressing and apprehensive mental state. He includes
cases of aortic regurgitation with I I anxiety" and cardiac
oppression" but without pain and cases not necessarily
associated with valvular disease in which the apprehensive
fears of the patient find expression in restless movements
and even in cries of distress but in which there is also
no physical pain. Wont and use have made us acquainted
with the clinical significance of many terms and, as I
have already stated, the first step in the determina-
tion of the nature of a disease is necessarily its rec’ ’gni-
tion from the symptoms manifested and its designation
very frequently by some term denoting t hooe symptoms.
The nature of angina sine dolore, however, appears, with the
exception of the mental anguish associated with it, to be in
most ca,es though not in all the very antithesis of angina,
CMtM dolore-Heberden’s angina pectoris. In the latter the
flaccid syncopal heart found post mortem is the final event.
in a series ; in the former the syncopal state appears to be
the essence of the situation. In Heberden’s disease the-

syncope is largely inhibitory and only follows an agony
which would blanch the face and stop the pulse did it occur
in the foot instead of in the heart or its vicinity. In angina
sine dolore the sensory nerves are free from stimulation ;.
there is no pain, but the patient, even if a brave man and
one who can look the King of Terrors in the face with com-
posure, feels instinctively, though free from pain, that he is
on the brink of dissolution. This is a point at which the-
two categories of cases most nearly approach one another.
The whole phenomena, however of angina sine dolore are-

relaxant-syncopal. The tertium qtcad which determines
pain is absent or in abeyance. No theory of cramp could
ever have been suggested to explain the phenomena of the
majority of cases of angina sine dolore.
The anatomical and other conditions which underlie the

two states may, in many cases, have much in common.
The age, sex, and circumstances of the patients may be
much the same. The cases may touch each other in the.
matter of atheromatuus and calcareous states of the aorta,
coronary arteries, and valvular apparatus of the heart,
but these resemblances cannot bridge the gulf which lies
between them, the gulf of pain in the one case and of no
pain in the other. Cases, no doubt, are met with which
have evinced the pain of angina at one time or another and
ultimately die in a syncopal manner without such mani-
festation- These must be placed in the category of Heber-
rlen’s disease. They possess the underlying condition which

10 Ibid , p. 98.
11 Op. cit., p. 565, et seq.
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provokes the tertium quid of pain. This cases of pure angina (

- sine dolore presumably do not. Indeed. had not so revered 
a teacher as the veteran clinician who coined the term 1

"angina sine dolore " placed these words in currency one ’’

would have felt inclined to suggest some such term as " syn- 
cope trepidosa " (with a due apology to the classics) as
expressing more clearly the nature of most, though not 

perhaps of all, cases of the disorder. 
In his lecture upon the "Allied and Associated Condi- i

tions of Angina Pectoris Professor Osler ,2 includes Parry’s 
syncope anginosa, the Adams-Stokes syndrome, angina sine
dolore, and cardiac asthma. The term used by Parry accu-
rately conveys the idea of pain and fainting, but as Osler
points out syncope in this connexion is chiefly applicable to
the fatal paroxysm, and I would add to the last phase of
the fatal paroxysm which I regard as the syncope follow-
ing an inhibitory action of the vagus. The phenomena
of cardiac asthma, as emphasised when dealing with
endocardial angina, may be associated with a syncopal
state of the ventricle and with depletion, not repletion, of
the periphery, but they may also be associated with the

highest degree of pain, thoracic and brachio-thoracic.
These two classes of cases, then, I should feel disposed to
separate sharply from the category of painless angina. The
Adams-Stokes syndrome, on the other hand, which is

essentially syncopal in nature, appears to me to belong to the
same category as the condition now under consideration.
The anatomical bais and circumstances of many of these
cases closely resemble those associated with cases of angina
pectoris and their sharper distinction one from another,
apart from such considerations as pulse-rate, mental distress,
and final syncope, can only be rendered clear by persistent
and painstaking anatomical investigation.

Of the varieties of angina sine dolore there seem to be
three chief classes :-1. Those which evince alike the fears
of impending dissolution and reveal the fact of syncope in
the action of the pulse and of the heart. 2. Those which
exhibit the mental phenomena in a very marked degree, but
which reveal no sign of imminent syncope to physical exa-
mination. 3. Those which manifest the persistently slow,
.and it may be intermittent, pulse of the clinical picture first
painted by Adams and varnished and framed by Stokes, but
in which the syncopal element is more pronounced as the
breakdown is more sudden. The chronic bradycardial case
may ultimately manifest angina sine dolore, but he may
’faint into oblivion without either mental distress or pain,
.and in the absence of both pain and distress must be ex-
eluded from the cases we are discussing.

Those cases which may be placed in the first of these
- classes are of comparatively common occurrence and we have
probably all met with them. Thus in September, 1901, I
was consulted by a gentleman, 60 years of age, short, stout,
a careful liver, and retired from business, but who at one
time suffered a great deal from gout. He complained of
occasional attacks of what he termed breathlessness," 
especially if exerting himself in any way or excited. These
attacks were associated with a sense of weakness and a cold

perspiration of the face and caused him alarm. He stated
that he suffered from palpitation during these attacks but
.experienced no pain. His pulse when I saw him was 78 and
regular but feeble ; his heart’s action also was regular but
the sounds were distant and not forcible There was no
cardiac bruit. The other organs were normal. I prescribed
a cardiac stimulant, small doses of calomel and rhubarb,
and trinitrin for the attacks, advising him also to drink good
and expensive tea as a stimulant rather than alcohol with
his meals. He consulted me again a fortnight later and
informed me that his attacks of "breathlessness" were of
shorter duration and of less frequent occurrence ; he stated
that he felt in every way better and thanked me especially
for advising him to drink the expensive tea which I had
named, speaking enthusiastically of it as "life to him." He
had a house in the country and left town to reside there.
About a month after the date of his last consultation with
me I received a note from his medical attendant who in-
formed me that he had been hastily summoned to him during
the supervention of one of his attacks of breathlessness and
faintness associated with cold perspiration and a failing
pulse, and that although pain was not complained of the
patient died after having been about two hours in the
condition described.

Of that variety of angina sine dolore in which no evidence

12 Op. cit., p. 67 et seq.

of syncopal failure can be detected on physical examination
I have never myself met with an example ; nor, indeed, have
I ever met with angina of any description in which some
variation of pulse from its normal condition could not be
detected by the finger or registered by the sphygmograph.
Heberden probably did not intend to apply absolutely his
statement, " Arteriae eornna qui in 7toc dolore sunt,
naturaliter prorsus ?7?ovent?tr. 

"’ That it cannot be o applied
in painful angina we now know full well, but this anomalous
condition appears to occur on rare occasions in angina
pectoris. It is, I should imagine, equally rare, or nearly
equally rare, in angina sine dolore, for trepidation is present
here though no physical pain. Professor Clifford Allbutt
has well described one such case in his lectures already

’ mentioned (p. 113). It was that of a gentleman advanced in
years who had the usual signs of senile heart and thickened

. arteries. "All at once," writes Professor Allbutt, ’-when

my examination was nearly over, he said in a hollow voice,
’ It is coming,’ and his nurse, familiar with the cry, ran

! forward with restoratives-with brandy or sol volatile. The
 face was then ashen and terror-stricken, and he was frozen

into an attitude of stillness ; he did not even disengage his
wrist from my finger, which, fortunately, was then resting
on his pulse. In spite of smelling salts and other restora-

; tives of the ordinary kind he was thus held in deadly
 apprehension for some minutes ; as the seizure began to

pass off he whispered to me, ‘ It will kill me.’ During all
! this time his pulse, already somewhat hard, never faltered

or underwent any change whatever. There were no vaso-
, motor phenomena....... The patient assured me that he had
, never had the least pain during any of these seizures."

We know that there are cases of "cardial" as distin-

guished from " extra-cardial bradycardia," to use Dehio’s ex-
pression, 13 which cannot be accelerated either by stimulants
or exertion, and it is conceivable that in an analogous con-

i dition circumstances which, under more normal conditions
i would provoke variation, fail to do so here. But the
t immobility of pulse in such a case would be something apart
- from its associated angina, whether painful or painless. It
, would be of interest to learn in all such instances what the
t habitual behaviour of the heart’s action had been.
t Of the third class of angina sine dolore-that, namely, in
3 which cardiac failure occurs with a slow pulse which
3 intermits at intervals and is varied by short periods of
"y acceleration only to be followed by another intermission
, more or less profound-the clinical picture may be a very
- striking one. It is essentially an acute syncopal brady-

cardia..
e Some years ago I met with a well marked instance of this
e affection. The patient was a tall, stout man, 71 years
I of age, wealthy, and a voluptuary. As a younger man he
, had been very powerful and a good amateur pugilist. He
e had eaten and drunk to excess over a considerable portion of
f his life, but he flattered himself that he had acted rather
" 

prudently than otherwise, as he invariably only consumed
e "the best," as he termed it. Although he weighed 22 stones

at the time of his death his arteries at the wrist were soft
1 for his age, his heart exhibited no abnormal signs, and his
t kidneys were healthy. The seizure I am about to record

occurred in the month of January. The weather was intensely
t cold at the time and the patient had had a mild bronchial
o attack, but being much depressed by the death of his only

son he had gone to a theatre with his comparatively young
second wife to escape from his worry. He had a syncopal
attack during the play and was brought home in a cab. I

h saw him at midnight. He was seated in a chair in his

dining-room, quite conscious, with a pallid face and cold
,f and clammy surface. His pulse-rate was 30 and full and his
,1 respiration-rate about the same. I directed him to be aid

y on the floor and supported by pillows, for the conveyance of
d 22-stone-weight in a syncopal condition to bed was difficiilt.
e At short intervals his pulse failed entirely and with the
’. complete failure of the pulse at the wrist the patient
h shouted loudly, feeling his consciousness about to leave him.
t- He never, however, at this stage completely lost conscious--
g ness except when he slept for a few minutes. During one
d such short interval of sleep his pulse suddenly failed and
g the patient awoke shouting in alarm as he did in the same
e circumstances when awake. The pulse during this time
e behaved as follows. Immediately after complete failure it

slowly rose to 24 a minute, remained for a time at 30 a
:e minute, then rose to 42, 54, and even 72 and 90. Every such

13 St. Petersburger Medicinische Wochenschrift. 1892, No. 1.
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acceleratJOn was followed by complete failure and the
alarmed shouting I have already described. It was a

veritable syncope trepidosa. At no time had the patient any
,cardiac pain. It was an angina sine dolore. I regret that
I have no sphygmograms of this case, but very good tracings
of a somewhat similar but less acute case will be found in
Dr Alfred Webster’s article on Cardiac Arrhythmia in
Relation to Cerebral An&aelig;mia and Epileptiform Cri-es in
the Glasgow Hospital Reports for 1901. Under the influence
of hypodermic injections of strychnine and strophanthus,
and other remedies, including tincture of belladonna, coupled
with the absolute quiescence of recumbency, the syncopal
attacks became less frequent, but when they occurred, as
they did at intervals, they were associated with the

phenomena already described. The patient was under my
continuous observation throughout the night and I left him
for an hour at six in the morning. I again saw him at seven
o’clock, when I tound that he had had no return of syncope
during my absence. His pulse-rate was then 36 and regular,
and his respiration-rate was 30. Only the first sound of
his heart could be heard, which was distant and muffled and
associated with a murmurish vibration but without actual
bruit. Between this time and one o’clock in the afternoon
of the same day the patient improved considerably,
and at the hour mentioned his pulse-rate was 54 and regular,
and its impulse so strong to palpation that I felt inclined to
advise him to abandon recumbency for a sitting posture but
decided not to do so. He expressed himself as feeling much
better. At five in the afternoon he supposed he was out of
danger, but I found that his pulse force was less than at one
o’clock. Soon afterwards he had a syncopal attack asso-
ciated with epileptiform signs, in which he became cyanosed
and rigid. This attack passed off and the patient again
became comparatively comfortable and I left him. Shortly
afterwards syncopal failure again took place and the patient,
I was informed, died without any struggle. There was no

post-mortem examination of the body.
The conclusions which I draw from this study of the

anatomy, physiology, pathology, and clinical history of

angina pectoris is that, notwithstanding the very able
defence of an untenable position, as I regard it, by M. Henri
Huchard and those who agree with him, the exclusively
arterial view of the malady must be abandoned. The role
of the blood-vessels regarded as h&aelig;rmaducts has been exag-
gerated. The blood-vessel is more than a h&aelig;maduct. It is,
like the heart it:elf, a muscular organ, innervated, irrigated,
mobile, and capable, like the greater organ, of being dis-
abled in one or more of its triple constituents-its muscle, its
blood-supply, and its nerves. It is capable of being the
seat of pain chiefly through such destructive processes
as influence or lay bare its sensitive structures-its
nerves-and by the agony of such pain of influencing
indirectly the heart itself. But what is true of the
blood-vessels of the heart is likewise true of extra-cardiac
blood-vessels, of the aorta, and even of distant organs
only in general connexion through the nervous system
and blood with the heart. Indeed, hepatic colic may very
closely resemble angina and kill indireutlv, just as neuritic
angina from whatever cause does. M. Huchard 14 would
probably accuse me, in making this statement, of falling into
a triple error -" historical, nosological, and clinical." But I
confess that his endeavour to demonstrate this threefold
mistake and on all three of these points would appear to me
to be entirely fallacious and wholly inconclusive. 15 It would
be fallacious historically, because innumerable cases of
coronary disease have been recorded in which there has been
no angina pectoris ; it would be fallacious nosologically,
because lesion, have been demonstrated irrespectively of the
character of those vessels as h&aelig;maducts which are rationally
capable of being regarded as provocative of angina ; and it
would be fallacious clinically, because M. Huchard insists
that a very limited amount of atheroma of the coronary
arteries is capable of accounting for attacks of breast pang,
and we have every reason to believe that a certain amount
of arterial atheroma after middle age is the rule rather
than the excepti, n and yet cases of angina pectoris
are comparatively rare. If, therefore, the continent of
the syndrome of angina pectoris be one and indivisible it
has likewise its countries, elements, or varieties, and the
initiative in modifying the condition of other members of
the confederacy may be taken by any one of them. Angina
pectoris, I therefore maintain in opposition to M. Huchard

14 Op. cit., p. 652. 15 Loc. cit.

and those who agree with him, is not one except in suffering
but essentially threefold-muscular, neuritic, and h&aelig;mic.
As regards etiology, I hold that it is not. a rise of blood

; pressure as such which is causative of angina, as a rule, but
v blood pressure in many cases, whether propult-ive or ob-

structive, exercising its influence upon local anatomica
lesions or strained physiological structures in the heart or it
immediate neighbourhood.

PRIMARY CARCINOMA OF THE LIVER;
VERY RAPID GROWTH ; GREAT EMACIATION WITH INCREASE

IN BODY WEIGHT ; MARKED PYREXIA ; DURATION
FOUR MONTHS (?) ; DEATH.

BY T. D. ACLAND, M.D. OXON., F.R.C.P. LOND.,
PHYSICIAN TO ST. THOMAS’S HOSPITAL ;

AND

LEONARD S. DUDGEON, M.R.C.P. LOND.,
ASSISTANT IN THE ELECTRICAL DEPARTMENT, ST. THOMAS’S HOSPITAL.

I A BOY, aged 15 years, was admitted into St. Thomas’s

Hospital on May 15th, 1900, complaining of "shortness of
breath" and cough. His family history was unimportant.
His father and mother were both alcoholic; no near

relatives were known to have died from tuberculosis or

from cancer. His previous history, up to quite recently
had been also unimportant ; the patient had always lived
in London and was said never to have taken alcohol. In

view of his subsequent history it is interesting to note

that he had suffered from at least three blows on the
abdomen within 15 months of the onset of his fatal illness.
These were as follows : 1. A blow 18 months before
admission into the hospital from the shaft of a sledge-
hammer. There was no evidence to show that any
permanent ill result followed after the first effect of the
blow had subsided. 2. A similar injury six months before
admission, when working in a forge. It was stated that
"his stomach b gan to swell 14 days after the accident
and that the swelling subsided gradually, without produc-
ing any subjective symptoms. 3. A slight blow in the
"stomach" four weeks before admission; this injury was
inflicted, so the patient said, by his mother during a fit of
temper. The present illness was believed to date from 12
weeks before admission into the hospital. The patient
was then working in a feather factory, having been com-
pelled to give up his old occupation as a "tin
worker " which he found too laborious. At first he

complained chiefly of a cough and the expectoration
of a large quantity of black sputum and he became more
and more ansemic. Three weeks before admission-i.e.,
nine weeks alter the commencement of the illness-he began
to suffer from a sharp cutting pain confined to the right side
of the chest which compelled him to take to his bed and
there he remained until he was taken to the hospital.
During these three weeks he suffered greatly from constipa-
tion but be did not vomit except on two occasions. He
lost fle"h considerably. His maximum weight having been
8 stones 1 pound, was on admission into the hospital only
7 stones 3 pounds. He had never suffered from icterus,
rigors, or sweating. On admission there was found to be
profound anasmia of the skin and mucous membranes, the
only colouration visible being a flush on each cheek. On
examination the abdomen was seen to move very badly on
respiration, especially in the upper half, whilst there was
obvious bulging of the lower ribs and sternum and of the cor-
responding intercostal spaces. There was no oedema of the
chest wall. A large prominence was visible above the
umbilicus, in the epigastric region and to the right of the
mid-abdominal line. This mass was seen to descend on in-
spiration and to lie immediately below the parietes (Fig. 1,
a). In the right hypochondrium there was well-marked to
and fro friction which was both palpable and audible, and
at this point there were pain and tenderness to the touch
(Fig 1, b). The surface of this mass was slightly irregular,
but there were no nodules present nor could fluctuation be
detected. The skin was not reddened nor oedematous and
there was no enlargement of the superficial veins. Percus-
sion over the prominent area gave a dull note which extended
downwards into the upper part of the umbilical region and


